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defect of the ventricular septum, dextroposition of the aorra astride the
septal defect and communicating with both ventricles, dilatation of the
pulmonary artery or conus or both, and enlargement of the ri jht ventricle.
Moderate or deep cyanosis is the rule and clubbing of the lingers Clinical
proportional to the cyanosis. Clinical examination reveals a harsh Plctu^
mesocardial systolic murmur, not transmitted to the neck, sometimes
accompanied by a thrill, and an accentuated pulmonary second sound.
Radiography shows a large pulmonary arc, formed either by the artery
or by the conus, which differentiates it from Fallot's tetralogy, in \vhich
the pulmonary artery is hypoplastic.
Eisenmenger's paiient died at the age of 32, and Abbott's 0932 and Course and
1936) statistics show an average duration of life of 14 years, the maxi- PIL78"°5ls
mum being 59 years. The degree of disability may be less than in the
other malformations causing cyanosis. Death may be due to heart
failure, malignant endocarditis, or intercurrent disease.
24.-TRANSPOSITION OF THE GREAT VESSELS
634.] Transposition of the great vessels may be complete, the aona Aetiology
arising from the right ventricle and the pulmonary artery from the left
without other cardiac abnormality. It has been explained by Spiizer
on phylogenetic grounds as an effect of lack of torsion of the primitive
cardiac tube leading to a persistence of the right reptilian aorta, the
transposed vessel corresponding to this structure which normally
disappears in the human heart.
In 'corrected' transposition the aorta and pulmonary artery, although -
transposed, communicate with their proper ventricles. The aorta., lying
in front of the pulmonary artery, arises from a small anterior \ entricle,
which communicates with the left auricle by a bicuspid valve. The
pulmonary artery opens into a large posterior ventricle, ^hich forms
the apex of the heart and communicates with the right auricle by a
tricuspid valve. A large defect of the interventricular septum may
accompany both types.
In complete transposition extreme cyanosis exists from birth and life Clinical
is brief. The effects of a grave handicap to the circulation may be miti- Picture
gated by an interventricular septal defect and a patent ductus arteriosus,
with consequent lessening of cyanosis and prolongation of life. In
'corrected' transposition cyanosis is slight or absent entirely.
It is impossible to diagnose the condition with certainty during life.
In complete forms life is generally brief, with an average of 6 months. Course and
In 'corrected' transposition the average age at death is 11 years, with an Pr°sn°sSs
extreme of 24 years (Abbott, 1932 and 1936).
25.-TRICUSPID ATRESIA
635J Tricuspid atresia is always associated with an interauricular Aetiology
septal defect and often with a defect of the interventricular septum. The

